embolism was diagnosed, although there was no apparent source of embolus. The electrocardiograph was normal. Anticoagulant therapy was given, but eleven days later severe ischamic pain in the left foot recurred and the patient was transferred to Westminster Hospital. A left femoral arteriogram revealed a 10 cm block in the popliteal artery and a good collateral circulation filling the distal vessels. There was no evidence of generalized arterial disease. Routine laboratory investigations were normal.
At operation a fusiform thrombosed popliteal aneurysm was resected and a saphenous vein autograft inserted. Histology of the specimen showed a typical atheromatous aneurysm almost totally occluded by thrombus.
The patient was discharged after ten days and three months later was walking normally. Miss P R, aged 18 History: Presented with backache, fever and oliguria. She developed widespread venous thrombosis, aedema and ascites, became jaundiced and at laparotomy was found to have thrombosis of the inferior vena cava at the porta hepatis. Liver histology was that of the Budd-Chiari syndrome with massive centrilobular necrosis and thrombosis of some centrilobular veins. Liver function deteriorated further in the subsequent twenty-one months, and a liver graft is being considered.
On examination: Slightly jaundiced with abdominal distension, ascites and dilated veins on the abdominal wall, the blood flowing upwards from the groins to the chest. Liver enlarged and irregular. Investigations: Hb 99%, ESR 7 mm in 1 hour (Westergren), leukocytes 14,400, 82 % neutrophils. Plasma sodium 140, potassium 5 2, chloride 89, bicarbonate 12-9 mEq/1, blood urea 160, falling to 48 mg/100 ml. Plasma protein electrophoresis showed very low a-globulin and low y-globulin. Bilirubin 2-4 rising to 12 mg/100 ml. Serum alkaline phosphatase 28-5 K-A units/ 100 ml. Prothrombin time 28, control 13 sec. Peritoneal fluid contained protein 2-1 g/100 ml.
Comment
The diagnosis confirmed by liver biopsy is made on the rapid onset of ascites with collateral circulation, a high protein content in the ascitic fluid, a raised prothrombin time, and evident venous thromboses, including branches of the hepatic vein.
Treatment has in the past been symptomatic, though Nicoff et al. (1964) evacuated thrombi from the hepatic veins. The condition has been reviewed by Norris (1965) and Sherlock (1968) . Dr Celia Oakley (London) said that surgical treatment of the Budd-Chiari syndrome was rarely successful but in one case, under the care of Dr Graham Neale at the Royal Postgraduate Medical School, recovery seemed to have occurred following surgery. This was a young girl who was extremely ill with a huge liver, gross ascites and muscle wasting. Exploration revealed thrombosis at the point of entry of the hepatic veins into the inferior vena cava; this was treated by the insertion of a teflon graft. Although the post-operative course was stormy the patient recovered and had remained quite well for the past two years. So, clearly, surgical exploration could be worth while.
Professor Harold Ellis (London) said that the syndrome was occasionally seen when the hepatic vein orifices into the inferior vena cava were blocked by tumour tissue extending from a renal carcinoma along the renal vein into the inferior vena cava.
Chroic Melioidosis I M Morrison MB (St James' Hospital, London)
Mr M K, aged 37. Industrial chemist History: Admitted to Hillingdon Hospital on 5.11.67, having been referred from the Health Control Unit at London Airport (Heathrow), with a fever of 101°F (38 3°C), a discharging sternal sinus, splenomegaly and diabetes mellitus. Past health good until four years before admission during which time he had been investigated in Pakistan for fever and splenomegaly. He had
